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Abstract

* Glaucoma filtering surgery is the main treatment for the
glaucomatous patients. Typically, surgery failed mary
due to wound fibrosis and contracture at the post-surgical
site. Myofibroblasts transdifferentiated from other cells via
a process known as epithelial - mesenchymal transition
(EMT) is a common feature of the fibrotic filtering
channel, which can produce excessive amounts of the
extracellular matrix (ECM ), and then exert tractional
forces, resulting in the disruption of tissue architecture
and obstruction of filtering channel. In this review, we
explain the pathological function of myofibroblast in the
wound healing process after glaucoma filtering surgery.
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30 2o X 22 A oA U 49 WL RS 2T 4 240 it e A 9 2 B, 5 il )L
BCET A MRS B PR R E AP, BV A K -
(transforming growth factor—beta, TGF—B) FIHLHE H1 R
2.1 TGF-B TGF-B &4 I A& Ay = 2 55 1, Al
A B A 1] LIS ZT A2 M % 78 3RK o-SMA | MITTAIE ik
YA W, R R A AP kA, A A
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s S b AT e A B TCF-B A E /D H
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(TBR 1) #1 TGF-B I AU 3Z 4k (TRR 11 ) A& #5875 1F H.,
TGF-B FHeWI LA TCA: P i Ve By T 88 08 U o Wb, e
KR Ui A7 — &5k S, BR O v AR 3B AH O IR (latency -
associated peptide, LAP) , R R v 2 ) TGF-B, AL
BCET A M T LU TGF-B iR 1, %88 1 5 4 i 4
BE BT e A 4 4 K7 455 25 1 (latent TGF -8, binding
protein, LTBP - 1) A 3% 32, #4 A TGF - B H T8 AT E
TGF-BHIA N % () LAP 7E 40 I N 25 13k BE k28 pH FAIG
BCH AR R E T T OIS, H C o o0 I B A
TEVER) TGF-B kT R H#EH A W4 i . TGF-B R
R B A2 5 R TGF-B T BIZ AR (TBR 1) A1 TGF-p IT £
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TGF - B/Smad ( drosophila  mothers  against
decapentaplegic ) {5 53 [ : Smad [ 7E TGF-B 15 5% T
PIVEITT 43 R 3 25 (1) BESZ K800 1Y Smad ( receptor —
activated Smad, R — Smad ) , 3§ Smadl .2.3.5.8, H
Smad2 3 /& TGF-B & L FZAF 5 & 425 (2) 38 H Smad
R Smad4 , HAT #3005 € AL II6E; (3) il 1 Smad,
F145 Smad6 7, RAEMHIVEMER . WEALIE Y TRR 1 B
A¥. Smad2 ,Smad3, Bfi J§ Smad2 ,Smad3 5 Smad4 ¥ i 7 IR
=RARAM AL A FEIA, Smad T H# i Smad 45
47014 ( Smad binding element, SBE ) {151 DNA A9 [8] 3% 51|
(CAGAC) fHZH 5 DNA H 256 7 5K, P 5 2 B[]
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(‘epithelial -mesenchymal transition, EMT ) A1 2] fd 98 7= A9 &
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ER KT il & P T B R DI IR R i AT 2 IR B —
AT
4 HD I AL RR £F 45 40 Rl iR M FR T R AL B8 9T
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TGF-B, 5 51 £ 24k 41 it 5% 1k ]y WL - de e i > . AL
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> HZ T35 50 0F T SPARC 410 il J5 77 A= 1R 8500
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